mmHg, pH 7-45, So2 96%. The patient remained asymptomatic except for a residual exertion dyspnoea after five months. Blood parameters had returned to normal values but lung volumes and DLCO were still low five months after the admittance. Our diagnosis from this background was pneumonitis produced by inhalation of toxic gas. After the reported accident the toilet facilities were closed and the Generalitat de Catalunya Occupational Health Department carried out an investigation two days later. The autopsy of the dead worker showed haemorrhagic bronchitis and identified asphyxia as the cause ofdeath probably secondary to inhalation of a toxic gas. Concentrations of toxic materials in blood were not measured. Concentrations of toxic gases above the threshold limit values were not found in the toilets two days after the accident. The lavatories were connected, however, without a siphon, to a manure pit. The facts that could explain a leak through this circuit were the lack of syphon and the fact that the toilets and the manure pit where they drained had been out of order for several months, being used again only just before the accident. That would have allowed hydrogen sulphide and other gases from the organic decomposition in the pit to accumulate. Neither the absence of hydrogen sulphide in the toilet air nor the absence of the characteristic smell in most cases rule out the diagnostic hypothesis of hydrogen sulphide toxicity as the investigation was carried out two days after the accident and the toilet had been aired before the samples were taken. Furthermore it is well known Service of Pneumology, Hospital
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Several similar reports have been published'-" but the occurrence of our particular patient makes two interesting points not previously noted. The first is the lateness in appearance of the dyspnoea and haemoptysis, consistent with a subacute lung disease. As far as we know only acute illness has been previously reported, the severity of which depends on the gas concentration. The second is the evidence of sequelae manifested by dyspnea on exertion previously observed by Ip et 
